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i, 56 wmol/L 4 caspase — 3 32X HRZH A 11 fi5 . Western blot 431 45 . &l 7% caspase — 9 [ J5 8% 306 , HL 1% 1k 25 77 Bl 24 9 vk B
FOSG TG o8 .S58 4% v B K T AR 8 A 4H A 2 s 7R 5 A v T PR TS caspase — 3 JF IR 245 % GBC - SD 4l 1=,

KR KABEWE GBC-SDYIE 40T Zhifk caspase -3

Oridonin — induced GBC - SD Cell Apoptosis through Mitochondrial Pathway. Ding Xiaoxiao,Luo Wenda,Zhang Jia,Hong Ye, Feng
Changwei. Taizhou Hospital of Zhejiang Province, Wenzhou Medical College, Zhejiang 317000 ,China

Abstract Objective To study the mechanisms of apoptosis of human gallbladder carcinoma GBC — SD cell induced by oridonin
and the role of mitochondrial pathway in the apoptotic process. Methods MTS assay was uesd to examine the oridonin — induced growth
inhibition of human gallbladder carcinoma GBC — SD cell. Wright's staining was used to observe the cell morphologic changes of apoptosis
induced by oridonin. With a kind of double — dye assay of AnnexinV + /PI,the rates of apoptotic cell were detected next to flow cytome-
try. Similarly,the mitoehondria membrane potential and positive rate of caspase —3 was also detected by flow cytometry. The expression of
caspase —9 was detected by Western blot. Results Oridonin obviously inhibited the growth of GBC - SD cells in a time — and dose — de-
pendent manners. Morphological changes indicated that oridonin induced GBC - SD cells apoptosis. Flow cytometry revealed the apoptosis
rate values of 28 umol/L oridonin 24h after administration were 51.28% =+2.65% . The mitochondrial membrane potential of GBC - SD
cells gradually decreased while caspase — 3 activity gradually increased with the increase concentration of oridonin. The activity of caspase
-3 was increased after treatment with oridonin (56 mol/L) about 11 times as much as the control value. Caspase —9 zymogen was acti-
vated according to Western blot analysis. Conclusion Oridonin could induce GBC - SD cells apoptosis by the mechanism of mitochondri-
al — regulated caspase pathway.
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) b A S T B 4L, 4l B > 98% , FH I BE W AR ( DMSO ) ¥ fif
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7 & B EPITOMICS /& "], RPMI 1640 X532 30l A 3£ H
Gibco 23 H) o FRYNG 4 1L (FBS) Wy H 3% [ Hyclone 23 ],
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lympus IX70) . %¢ ) B 4 45 ( Zeiss Axiostar Plus) . 75 i ¥ %
B0 AL (Heraeus Multifuge 3s —r) . 8 TAE S (95 7158 2
A]) o FACS caliber i x40 i (35 E BD 24 )) . IR vk 48
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—H MR A (Kappa =0.273,P <0.01) , JoH LA#E & 12 Wi A5 & R (K (36/144,25% ) HTE CHB I PR 43 BE 77 10 A7 807 19 AF
EH(66.7% ~86.2% ), 434 W IR : CHB 4 B #57 41 Ul & DL & ALT [ TBil F+ & & J& £ (P 4332 0.010.,0. 001.,0.023) ,
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% (P 4353 <0.001,0.005.0.023) ,HA PCII .y Bk A& (1 7K - 3% &5 , 6 U5 T B 88, i HBYV DNA _HBeAg /K F-F& 1%, ROC [l £k 4 #7
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